28 over the next 16 hours. Intermittent positive pressure ventilation was instituted and 28 hours after admission cardiac catheterization was performed. This revealed a pulmonary artery pressure of 65/20 mmHg and a mean pulmonary wedge pressure of 36 mmHg with a 'V' wave of 72 mmHg. There was a systolic gradient of 58 mmHg across the left ventricular outflow tract. An aortogram revealed a very large aneurysm of the noncoronary sinus of Valsalva which had ruptured into the left atrium (Fig 1) . Emergency repair of the aneurysm was performed using cardiopulmonary bypass. At operation the noncoronary sinus of Valsalva was deficient, an orifice approximately 1.5 cm in diameter occupying almost the whole of the sinus above the valve ring. This led to a chamber approximately 6 cm in diameter and spherical in shape and there was a tear in its wall, approximately 2 cm in length, diametrically opposite to the mouth of the aneurysm. A probe passed through this tear passed into the left atrium. After repair of the aneurysm, there was no systolic gradient between the left ventricle and the aorta. The preoperative gradient was therefore thought to be due to the aneurysm bulging into the left ventricular outflow tract.
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The patient made an uneventful postoperative recovery, being discharged from hospital 16 days after surgery. He has remained well since discharge, his exercise limitation being Grade I on the New York Heart Association Scale.
Discussion
Aortic sinus aneurysms are rare. They are most commonly congenital and usually arise from the right coronary sinus, less frequently from the noncoronary sinus and rarely from the left coronary sinus. If rupture occurs it is most commonly into the right side of the heart but occasionally into the left ventricle, pericardium, pulmonary artery or it may communicate with a fistulous cavity in the interventricular septum. As far as I know only four cases have been reported of rupture into the left atrium (Kay et al. 1959 , Heiner et al. 1961 , Beck et al. 1964 , Beach & McClenathan 1966 , none of which presented as acute pulmonary occurring in a previously healthy person. On Day 2 a persistent fever was noted. No cause was found and the patient was treated with ampicillin. On Day 5 the wound broke down and she complained of severe local pain. The patient was transfused four units of blood. On Day 8 the intravenous sites became infected and the patient was started on lincomycin and gentamicin.
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At no time did any of the repeated bacteriological investigations produce any organism. On Day lIthe patient was anticoagulated for a right ileofemoral vein thrombosis. The gangrene present around the wound was noted to be extending and her general condition was causing serious concern. On Day 14 a radical excision of all infected and necrotic tissue in the anterior abdominal wall was performed, leaving the peritoneum intact. Six days following the excision, split skin grafts were applied to the peritoneum.
The histology of the excised tissue gave no histological clue as to the etiology and the gram stain failed to reveal any organism.
One year later reconstruction of the abdominal, wall was started. The split skin graft was excised and the defect covered with a full thickness skin graft. These procedures were complicated by a persistent pseudomonas infection. The patient was extensively investigated for immunological abnormalities but none was demonstrated.
Discussion
This rare condition of progressive bacterial synergistic gangrene was described by Brewer & Meleney in 1926, and in 1931 Meleney produced his definitive article describing the disease and, its bacteriology. Classically the infected wound has a central area of necrotic granulation surrounded by a raised purplish zone. Beyond this the skin is erythematous for a variable distance.
A micro-aerophilic nonhimolytic streptococcus may be cultured from the periphery of the wound, and in the gangrenous central area this organism is associated with a hmolytic staphylococcus aureus, or any other bowel contaminant organism e.g. E. coli or Bacteroides.
The differential diagnosis of Meleney's gangrene includes a necrotizing fasciitis. This is a rapidly progressive, highly toxic streptococcal infection caused by minor trauma but with deeper tissue destruction underneath, often with little subcutaneous manifestation.
The treatment consists of a radical excision, including a zone beyond the area of gross inflammatory involvement. Three cases have been described by Grainger et al. (1967) of the use of antibiotics with hyperbaric oxygen with a delayed excision of infected tissue at three or four days.
The first case of the reconstruction of the anterior abdominal wall following extensive excision was by Mladick et al. in 1969. Closure was accomplished by allowing the exposed visceral peritoneum to granulate and then applying split skin grafts on the granulation. Should the peritoneum remain intact, then split skin grafts may be applied directly to the peritoneum and an almost complete take may be expected.
Mr A F Wallace said that this patient had an unexplained lack of resistance to infections. Extensive investigations had failed to suggest any reason.
Mr H W S Pigott said it was interesting to hear that the area of gangrene may be surrounded by a gutter created with diathermy. Did this contribute much to the treatment? Dr Davis replied that a far more radical approach was advised these days.
Mr P T Savage (Whittington Hospital) said that Meleney's gangrene must be excessively rare in a patient aged only 15. He said that he had had 4 cases of Meleney's gangrene at his Unit at the Whittington Hospital during the past 22 years. Two of them followed right hemicolectomy in octogenarians, one presenting with a pericolic abscess and the other having carcinomatosis peritonei; both succumbed to the illness. Another followed a pressure sore over the sacrum following partial gastrectomy and this man died many weeks later with very extensive destruction of the skin and subcutaneous tissue. The fourth case was a young Irishman on large doses of prednisone for asthma. He developed pressure sores over his elbows and during the next four weeks very extensive gangrene developed of the skin of the forearms and upper arms. He also died from the disease.
Meleney's gangrene is an extremely lethal condition and it seems that only very wide radical excision is likely to cure the condition. As the disease is usually confined to the skin and subcutaneous tissue Mr Savage wondered why it was found necessary to excise the full thickness of the muscular abdominal wall as well as the skin and subcutaneous tissue in the patient presented.
Dr Davies replied that it was because at operation the muscle necrosis was found to be more extensive than was apparent by examining the lesion superficially. A M, man aged 22. Student History: May 1970, three episodes, 1-2 days each, of shivering, backache and fever, associated with pale fteces and dark urine; no obvious jaundice. During next two months, four similar episodes, associated with jaundice; admitted to a hospital in Chicago. Temperature 40°C, WBC 20800/ mm3, blood culture revealed a growth of Klebsiella aerogenes. Liver function tests: serum bilirubin 5.0 mg/100 ml (85.5 ,umol/l), alkaline phosphatase 22 K-A units/100 ml (156.2 iu/l), SGPT 88 u/ml. He responded to treatment with ampicillin, streptomycin and a sulphonamide.
September 1970: presented in Manchester after a further attack of jaundice. Liver function tests normal, apart from serum bilirubin 6.6 mg/ 100 ml (112.8 ,umol/l). Plain abdominal radiography revealed gas in the biliary tree (Fig 1) . Oral cholecystography showed a nonfunctioning gall-bladder, and barium meal showed reflux of barium into biliary tree.
